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Gluconeogenic amino a c i d and branch c h a i n amino a c i d s t u d i e s were performed on 8 growth hormone d e f i c i e n t p a t i e n t s without spontaneous hypoglycemia compared t o c o n s t i t u t i o n a l s h o r t c h i l dren.
New information on a l a n i n e , g l y c i n e , glutamine and l e u c i n e was obtained comparing f a s t i n g v e r s u s 30 minute response t o S.C. Glucagon 30 uglkg. Comparable f a s t i n g and gluconeogenic hypoaminoacidemic responses t o Glucagon occurred i n a l l study groups, i . e . , c o n t r o l s , pre-hGH therapy, post-hGH therapy, Anavar, and hGH p l u s Anavar. However, plasma branch c h a i n amino a c i d l e u c i n e d e l t a (A) a b s o l u t e r e d u c t i o n i n response t o Glucagon was enhanced i n hGH d e f i c i e n t c h i l d r e n on Anavar a l o n e o r i n combination with hGH. Plasma l e u c i n e a b s o l u t e change (A) pre-hGH -18t4uM S.E.M., on Anavar -27r4 S.E.M. ( p L 0 . 0 5 ) and hGH p l u s Anavar -34+3 S.E.M. (LO.O1). Thus branch c h a i n but n o t gluconeogenic amino a c i d was a f f e c t e d by t h e a n a b o l i c n a t u r e of Anavar and growth hormone. Lower f a s t i n g glucose and i n s u l i n v a l u e s with blunted responses t o Glucagon were noted i n hGH d e f i c i e n t c h i l d r e n . Asymptomatic hGH d e f i c i e n t p a t i e n t s f a i l e d t o show f a s t i n g hypoalaninemia o r abnormal (A) response t o Glucagon, s u g g e s t i n g t h a t hGH d e f i c i e n c y alone does n o t l e a d t o gluconeogenic s u b s t r a t e -l i m i t e d d i s o r d e r . Whereas a n a d d i t i o n a l k e t o t i c hypoglycemic p a t i e n t s t u d i e d w i t h both hGH and ACTH d e f i c i e n c y d i d show blunted hypoalaninemic r esponse t o Glucagon, i . e . , d -l O p M pre-therapy; A-20pM on hGH and A-130pM on c o r t i s o n e .
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Renal 'anomalies occur with s u f f i c i e n t frequency i n Turner Syndrome t o warrant r o u t i n e imaging.
Previously using IVP, i n 36 of 98 TS p a t i e n t s , we found: s i g n i f i c a n t o b s t r u c t i o n with hydronephrosis ( 3 ) , u n i l a t e r a l renal agenesis ( I ) , horseshoe kidney ( 6 ) , renal e c t o p i a ( 3 ) , and minor anomalies of t h e c a l y c e s and c o l l e c t i n g system ( 2 3 ) . S i n c e introducing ultrasonography, we have s t u d i e d 18 p a t i e n t s , demonstrating t h e presence of hydronep h r o s i s , horseshoe kidney, e c t o p i a , e x t r a p e l v i c calyx, and u n i l a t e r a l absence. P e l v i c imaging, considered e s s e n t i a l i n TS p a t i e n t s with a Y chromosome, had not been otherwise used t o d e f i n e gonadal s t r u ct u r e s .
With US, we have demonstrated, s o f a r , a gonadoblastoma i n 1 of 2 p a t i e n t s with a Y chromosome, while most TS p a t i e n t s s t u d i e d r o u t i n e l y showed no gonadal s t r u c t u r e s a t a l l . However, i n 3 adolescent p a t i e n t s with spontaneous menses and one with spontaneous b r e a s t development and normal serum gonadotropins, we found u n i l a t e r a l o r h i l a t e r a l ovarian s t r u c t u r e s .
In 3 o t h e r a d o l e s c e n t s whose spontaneous menses had ceased 2+ y e a r s ago, o v a r i e s were not seen on US. Thus, t h e presence of o v a r i e s demonstrable with US c o r r e l a t e s with a c t i v e ovarian f u n c t i o n .
In summary, ultrasonography can replace IVP i n r o u t i n e renal imaging i n TS; i t can a l s o a s s e s s p e l v i c anatomy, d e t e c t gonadal tumors, and document f u n c t i o n i n g ovarian t i s s u e . 
ARGININE VASOTOCIN PRODUCTION RATES AND METABOLIC CLEARANCE RATE I N 'IRE FETUS, PREGNANT

Arginine v a s o t o c i n (AVT) , a neurohypophyseal p e p t i d e (NHP)
with a n t i d i u r e t i c and oxytocic a c t i o n s , i s widely d i s t r i b u t e d i n lower v e r t e b r a t e s and has been i d e n t i f i e d i n f e t a l mammalian pit u i t a r y glands by bioassay and RIA methods. Todetermine whether AVT i s p r e s e n t i n ovine blood we e x t r a c t e d pooled f e t a l and mat e r n a l plasma u s i n g Sep-Pak c a r t r i d g e s and c h a r a c t e r i z e d t h e recovered NHP immunoreactivity (IR) by RIA and high p r e s s u r e l i q u i d chromatography (HPLC) . AVT-IR migrated s i m i l a r l y t o s y n t h e t i c AVT by HPLC. AVP and OT-IR were w e l l s e p a r a t e d f r o m t h e AVTpeak.
We measured AVT metabolic c l e a r a n c e r a t e s (MCR) and production r a t e s (PR) i n c h r o n i c a l l y c a t h e t e r i z e d (124-129 days' g e s t a t i o n ) f e t a l l m a t e r n a l sheep and i n nonpregnant ewes using c o n s t a n t inf u s i o n methodology. Three ( 5 ml) blood samples were obtained over 1 h r . and AVT was i n f u s e d t o s t e a d y s t a t e c o n d i t i o n s ; blood samples f o r AVT were obtained a t +30, +40, +50 and +60 minutes. N o n p r e g n a n t e w e ( n = 5 ) 1 . 1 5 0 . 3 7 . 6 2 1 . 3 1 0 . 8 5 2 . 6 n u s : 1) AVT i s p r e s e n t i n ovine f e t a l and maternal plasma, 2 ) MCR and PR a r e s i m i l a r among ovine f e t u s e s , pregnant and nonpregnant ewes. A 2 9/12 year old white female with breast development, rapid weight gain and linear growth since a g e 2 years, and pubic hair growth for 2 months was evaluated. Her height and weight were greater than 95th percentile, with Tanner 111 breast development, Tanner I1 pubic hair, and estrogenized vaginal mucosa. Brain CAT scan revealed a hypothalamic mass, and a hypothalamic hamartoma was surgically removed. The results of pre-and post-operative (6 wks) GNRHITRH testing a r e a s follows:
GONADOTROPIN-RELEASING HORMONE (GNRH)/THY-ROTROPIN-RELEASING HORMONE (TRH) TESTING IN
LH Basal LH Peak FSH BasalFSH Peak PRO Basal Pro Peak ------ 
G i l b e r t B. Forbes). U n i v e r s i t y of Rochester Medical
Center. D e~a r t m e n t of P e d i a t r i c s . Rochester, New York. ~~p e r p F o 1 a c t i n e m i a o c c a s i o n a l i y can be found i n c h i l d r e n w i t h primary hypothyroidism, most l i k e l y due t o TRH s t i m u l a t i o n of p i t u i t a r y l a c t o t r o p h s . We measured TSH and p r o l a c t i n l e v e l s i n 33 blood samples from 8 primary hypo, 2 hyper, and 9 eut h y r o i d f u l l term i n f a n t s up t o 9 months of age. There was a s i g n i f i c a n t c o r r e l a t i o n between serum TSH and p r o l a c t i n l e v e l s : p r o l a c t i n (ng/ml) = 31.1 + 0 . 7 TSH (uU/ml) =0.847. Furthermore, p r i o r t o therapy, t h e hypothyroid b a b i e s , a l l l e s s than 5 weeks of age, had marked e l e v a t i o n s (p c.005) i n serum p r o l a c t i n l e v e l s compared t o age-matched c o n t r o l s . R e s u l t s a r e expressed a s mean + S.E.M. Since p r o l a c t i n a f f e c t s m a m m a l i a n s a l t and water metabolism, even i n neonates (Ped Res 17:665, 1983) , enormous e l e v a t i o n s of t h i s hormone may e x p l a i n i n p a r t t h e edema o c c a s i o n a l l y observed i n c o n g e n i t a l hypothyroidism. -W e h a v e m e a s u r e d t h e c o n c e n t r a t i o n o f CBG i n p l a s m a f r o m a d o l e s c e n t s a t v a r i o u s s t a g e s o f p u b e r t a l d e v e l o p m e n t a n d a s s e s s e d t h e i n f l u e n c e o f o b e s i t y u p o n p l a s m a CBG l e v e l s .
We f o u n d t h a t ~l a s m a CBG c o n c e n t r a t i o n s d i d n o t v a r y s i g n i f i c a n t l y w i t h p u b e r t a l s t a g e i n n o r m a l , n o n o b e s e m a l e ( C B G = 2 5 0 + 5 0 nM [~e a n ? S D ] ) o r f e m a l e (CBG=240+70 nM) a d o l e s c e n t s .
I n t h e s e n o r m a l a d o le s c e n t s CBG l e v e l s d i d n o t s i g n i f i c a n t l y c r e l a t e w i t h a n i n d e I n t h e p r e s e n c e o f o b e s i t y , CBG l e v e l s a r e r e d u c e d i n males. T h e n o r m a l i n t e r r e l a t i o n s h i p s a m o n g b o d y mass, CBG a n d TeBG l e v e l s a p p e a r t o b e a l t e r e d i n t h e p r e s e n c e o f o b e s i t y i n a d o l e s c e n c e .
